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E SF SF/RF RF SF -- SF/W - __I_ 
sup 1 0.54 0.45 83.6 0.78 0.75 96.2 
grwp 2 0.52 0.44 84.6 0.76 0.6 79.8 
p-value L-O.4 SO.6 >0.6 >0.5 0.0001 tO.OOO1 
Thus the microcapillary flow did not decrease upon 
standing in patients who developed ankle oedema following 
nif. therapy indicating abnormal VAR. This may explain 
why ankle oedema develops in such patients following 
nifedipine therapy. 
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